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ABSTRACT
Interactionof Tumor-Associated Macrophages (TAMs) with tumor cells gives insights into tumor progressionand into a
novel therapeutic strategy. In papillarythyroid cancer, patients with tumors containing TAMs had a better prognosis
than patients without TAMs. In prostatic cancer, the reducedof total TAMs can be used as a novel prognostic marker.
In melanoma maligna,high numberof TAMs was statisticallysignificant associated with poor response to treatment.
In breast cancer progression,the roleof TAMs is still unclear.
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INTRODUCTION
Tumor-associatedmacrophages(TAMs) are
heterogenouspopulationof cellsthatbelongtothe
mononuclearphagocytesystemsandarederivedfrom
blood-bornemonocytesthatmigrateintotissues
wheretheyundergofinaldilferentiation.'I tumors
development,TAMs havepleiotropicfunctions
whichcaninfluencebothintermofprogressionas
wellasintumoregression.Thesedifferentialeffects
ofTAMsarebelievedtoberegulatedbymodulation
ofthehostimmunesystem.2Tumorgrowthpromotion
byTAMscanbemediatedbyvariouscytokinesand
prostanoidthathavethecapacitytostimulateumor
cell growth directly and or may promote
tumorigenesisindirectlythroughtheinductionof
tumorvasculatures.Macrophagesalsohavebeen
shownto suppressmanyT cellandNK cellanti-
tumoresponses.TumorgrowthreductionbyTAMs
canbemediatedbynonspecificantitumorcytotoxic
mechanismorinductionofspecific elllyticeffects.3.4
Interactionof TAMs with tumorcellsgives
insightsintotumorprogressionandintoa novel
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therapeuticstrategy.In papillarythyroidcancer,
patientswithtumorscontainingTAMsnada better
prognosisthanpatientswithoutTAMs.5In prostatic
cancertherewereinverserelationshipsbetween
numberof TAM andclinicalstage.Thereducedof
totalTAMs canbea novelprognosticmarkerfor
prostaticcancer.6In melanomamaligna,high
numbersof TAMs in tumor biopsieswere
significantlyassociatedwith poor responseto
treatment.7
Resemblesothermalignanttumors,breastcancer
progressionis also associatedwith anddependent
uponneovascularization.As thetumorcontinuesto
progress,so doesthedegreeof neovascularitation.
Not surprisingly,poor breastcancerprognosishas
beenshowntocorrelatewi~ eitherincreasingmicro
vasculardensityorproductionof variousfactorsthat
stimulatenewvesselgrowth.sAs mentionedabove,
TAMs constituteamajorcomponentoftheleukocytic
infiltratethat havea close correlationwith neo-
vascularization,andtheroleofTAMs inbreastcancer
progressionwill bedescribed.
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certainconditionsandinhibitingitunderothers.II Ithas
notyetbeenknownhowthenetproportionof the
variousproangiogenicorantiangiogenicactivitiesof
TAMs is regulated.However,thebalancebetween
angiogenesispromoting,inhibitingandmodulating
determineregulationtheoverallcourseof blood
vesselsformation.
In ductalinvasivecarcinomaof thebreast,high
levelsof TAMs areassociatedwith increasedtumor
angiogenesisandreducedsurvival.lsRecentstudies
haveindicatedthatinbreastcancerstheprotumorrole
ofTAMs isdominantandaresearchinamousemodel
ofbreastcancerfoundthatTAMs thatwererecruited
to thetumorjust beforemalignantconversionsare
essentialfor theangiogenicswitch.16Thesefindings
establisha causal linkage to explain clinical
correlation between macrophages,microvessel
densityandpoorprognosisinbreastcancers.
A researchrelatedwith targetingTAMs as a
novelstrategyagainstbreastcancerinmurinemodels
foundthatlegumin-basedDNA vaccinecaninduceda
robustCD8 T cell.ThisconditionreducedtheTAMs
densityin tumortissueand resultedin a marked
decreaseofpro-angiogenicfactorsreleasedbyTAMs
suchasFGF-j3,TNF-a, MMP-9 andVEGF. This in
turn,ledtoasuppresionbothof tumorangiogenesis,
wth d . 17tumorgro an metastasIS.
CONCLUSION
The roleof TAMs in breastcancerprogression
can either enhanceor inhibit tumor growth,
dependingonthesignalactivationsandsusceptibility
of tumortargetcells. The balancebetweenpro-
angiogenicand antiangiogenicactivitiesof TAMs
determinesthetumorgrowthandprognosis.
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